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Table 1. Laboratory data on admission (Case 1).

CBC  WBC 6300,/ mm’ Tcho 133 mg./dI
RBC 374%10 /mn’ J\E 78 mg./dl
Hb 121¢g /dl Coagulation test
PLT 23.3%10'/mn’ PT 14.6 sec(13.8)

Blood chemistry APTT 31.4 sec(36.5)
TP 73¢ /dl HPT 46%
Alb 32¢ /dl Serology
7 -glob. 1.9 g/dl CRP 2+
TB 2.6 mg./dl HBsAg (=)
GOT 862 1U/| HBsAb (=)
GPT 715 1U /1 ANA (+)
LDH 949 1U/1 ASMA (=)
ALP 845 1U/ LEtest (=)
7 -GTP 225 10/ RAtest (+)
ChE 439 1U /I anti-DNA (=)
TBA 18.2 pmol /I IgG 2781 mg./dl
TTT 29.5 KU IgA 810 mg/dl
ZTT 23.8 KU IgM 552 mg//dl

TBA : Total bile acid. ASMA : Anti-smooth muscle antibody.
Table 2. Laboratory data on admission (Case 2)

CBC  WBC 4200,/ mn’ TTT 344 KU
RBC 442X10'/mm’ ZTT 223 KU
Hb 14.1¢ /di Tcho 190 mg~dl
PLT 213%10'/m’ TG 78 mg/dl

Blood chemistry Coagulation test
TP 82¢g /dl PT 14.1 sec(14.0)
Alb 4.2¢ 7dl APTT 38.3 sec (36.5)
Y -glob. 159 /dl HPT 65%
TB 1.2 mg/dl Serology
GOT 107 1U./1 CRP (=)
GPT 157 1IU /1 HBsAg (=)
LDH 418 1U/1 HBsAb (+)
ALP 330 1U./1 ANA (—3
Y -GTP 108 1U /1 IgG 2289 mg./dl
ChE 449 1U /| IgA 392 mg/dl
TBA 11.8 pmol/1 IgM 1075 mg./dl
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Fig. 1. Initial liver biopsy specimen from case Fig. 3. Initial liver biopsy specimen from case
1 shows focal necrosis and balooning 2. The portal area is slightly expanded
liver cells in the lobule. with mild fibrous change and infiltra-

tion of inflammatory cells.

Fig. 2. Second liver biopsy specimen from Fig. 4. Second liver biopsy specimen from
case 1 shows marked mononuclear cell case 2. The portal areas are expanded
infiltration in the portal area with p-p by mononuclear cell infiltration, the
bridging necrosis. lobule is infiltrated by inflammatory

cells.
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ABSTRACT

Lupoid hepatitis (LH) is known as autoimmune type of chronic active hepatitis with
hyper-gamma-globulinemia. However, it has recently been reported that some cases in the early
phase of LH had neither hyper-gamma-globu-linemia or chronic active hepatitis of the liver. Two in-
teresting cases with LH were presented here, who had been observed from the onsets of the diseases.
One case, a 69-year-old female visited our hospital, complaining of general malaise and jaundice. On
admission, liver biochemical tests showed very high value of serum transaminases and slightly ele-
vated gamma globulin (but less than 2.0 g/dl). The initially biopsied specimen of the liver showed
focal necrosis and ballooning liver cells in the lobule but no evidence of piece-meal necrosis in the
portal area of the liver. These findings were not compatible with those of LH. Then, she was di-
agnosed as having acute hepatitis associated with hepatitis infected with non A non B virus. Her
serum transaminases subsequently fell into normal range. However, she suffered from the recurrence
of hepatitis and was admitted to our hospital again. The second liver biopsy showed the findings of
intensive piece-meal necrosis which were consistent with those of LH. The other case was a
54-year-old woman. At first, she was pointed out abnormal liver function tests through medical ex-
amination and referred to our hospital for further examination. Her laboratory findings on admission
showed moderately elevated transaminases. but negative reaction of anti-nuclear antibody. She
underwent liver biopsy that revealed findings being consistent with chronic persistent hepatitis. Af-
ter six month, she was admitted our hospital again for elevation of serum transaminases. The second

liver biopsy was performed and showed severe piece-meal necrosis of the liver.



